A 53-year-old hypertensive man presented with the sudden onset of an Isolated lemniscal sensory syndrome of the entire left side of his body. Magnetic resonance Images showed a small lacune in the right paramedian pons corresponding to the location of the medial Iemniscus. (Stroke 1989;20:406-408) 
A 53-year-old hypertensive man presented with the sudden onset of an Isolated lemniscal sensory syndrome of the entire left side of his body. Magnetic resonance Images showed a small lacune in the right paramedian pons corresponding to the location of the medial Iemniscus. (Stroke 1989;20:406-408) I n 1965, Fisher 1 described the clinical syndrome of pure sensory stroke (PSS), consisting of a persistent or transient hemisensory disturbance. He concluded that the responsible lesion was a lacunar infarct in the posteroventral nucleus of the contralateral thaJamus. Only two additional patients have been studied pathologically, corroborating this hypothesis. 2 Since then, lesions involving the thalamocortical 34 or subthalamic 56 sensory pathways have been described. The only pontine lesion responsible for a PSS syndrome was a hematoma. 6 We report a case of PSS resulting from a pontine lacunar infarct, studied with magnetic resonance imaging (MRI).
Case Report
A 53-year-old man developed a sensation of pins and needles in his left arm, which lasted for a few hours. He was hospitalized 10 days later, after the onset of numbness and tingling over the entire left side of his body. Light touch or the rubbing of clothes on any part of his left side increased the tingling sensations.
On examination there was hypesthesia for discriminative and light touch sensation over his entire left side. Joint position and vibration senses were also decreased in his left limbs. However, pain and temperature sensation and stereognosis were within normal limits. With his eyes open, tests of limb coordination were normal, but ataxia was present when he was tested with his eyes closed. Power in his limbs, visual fields, cranial nerves, and tendon reflexes were normal, and Babinski's sign was absent. Neuropsychological examination was normal. His symptoms and signs cleared within 36 hours. The patient had a history of hypertension, myocardial infarction, and peripheral vascular disease and smoked cigarettes. A computed tomogram (CT scan) without contrast enhancement on the day of admission was normal.
MRI was performed 9 days after the onset of the stroke using a CGR Magniscan with a 0.5-T superconducting magnet. Joined axial T2-weighted (spinecho: repetition time [TR]=2000 msec, echo time [TE]=60 or 120 msec) images were obtained from the medulla to the vertex with a slice thickness of 9 mm. A sharply delineated hyperintense signal was shown in the right paramedian pons at the junction of the basis pons and the tegmentum (Figure 1 ). Joined Tl (gradient echo: TR=300 msec, TE=14 msec) images, centered on the lesion, were acquired in the frontal plane with a slice thickness of 9 mm. A hypointense signal was shown at the junction of the upper one third and lower two thirds of the pons in the right paramedian area (Figure 2 ).
Discussion
Only four cases of PSS have been studied pathologically; three were thalamic lacunes, 12 and one was a slit hemorrhage in the posterior limb of the internal capsule. 3 CT scan is usually normal, presumably because of the smaller size of lacunes in PSS than in other lacunar syndromes, 7 and CTdocumented thalamic lacunes have seldom been reported. 48 - 9 The sensitivity of MRI is higher than that of CT in the diagnosis of lacunar infarcts, and thalamic lacunes have been reported in two of three cases of PSS. 10 However, thalamic hematomas may also be responsible for PSS. 4 " Fisher 1 stated that a PSS could arise from a lesion anywhere along the sensory pathways from the cortex to the medulla, and lesions on the thalamocortical pathways have been reported 34 ; however, only two hematomas have been reported in the subthalamic sensory pathways. 36 In our case a normal CT scan, a well-delineated homogeneous hyperintense signal on T2-weighted MRI, and a hypointense signal on Tl-weighted MRI in the paramedian part of the pons at the junction of the basis pons and the tegmentum are consistent with a lacunar infarct corresponding to the location of the medial lemniscus. As in the reported case of a pontine hemorrhage presenting as PSS, 6 only medial lemniscal sensory modalities were involved, with preservation of the spinothalamic forms. This selective sensory loss was predicted for brainstem lacunes 1 but is not specific for this topography as it has been described from a thalamic lacune 12 and in a small cortical infarct. 13 It has been suggested that numbness of the abdomen and trunk in PSS is a sign indicative of a thalamic site of the lesion. 14 Our pontine lacune case presented with this symptom; therefore, the localizing value of this clinical finding may be unreliable. Taking into account the low mortality due to PSS, neuropathologic verification is rarely possible; thus, MRI appears to be most valuable in the topographic delineation of lacunar infarcts. 
